But what about the RV in these patients? Not all bantamweights are alike, and neither are the RVs in tricuspid atresia. In some patients with tricuspid atresia, the RV is a mere slit on the surface of the dominant left ventricle. In other patients the RV is very well developed, with a rich trabecular zone and an expansive subarterial outlet or infundibulum.10 In some patients with so-called classic tricuspid atresia, remnants of the ventricular inlet may also be evident.1' Is one to believe that these morphological differences in the development of the RV cannot influence the volume of blood conducted to the lungs or the calculated ventricular work? Obviously, before the RV is excluded from contention as a participant in the peculiar post-Fontan circulation, such volumetric and morphological analyses must be applied to these patients.10-12 The necessity for these types of observations becomes clearer when mechanical aspects of the normal RV are examined. What component of the RV contributes to ventricular contraction or work? And is there a disproportionate contribution from one morphological component of the RV compared with the other component(s)? The answers to these questions have obvious ramifications when one considers the contribution of the hypoplastic RV to cardiac output. There is data from the canine RV that regional shortening patterns differ between the RV inflow tract and the outlet or the infundibulum. In the canine RV the outflow tract seems to be a physiologically distinct region that contracts later, and remains contracted longer, than the inflow tract.13 Data from Raines and colleagues13 also suggest that septal and free wall movements contribute to these changes. How these observations of the 
